Papilledema, is a known complication of various spinal pathologies, It has, however, been only infrequently reported following spinal injury, and may be overlooked in these cases, Presented herein is a 27 year old male who suffered thoracic and lumbar spinal injuries, Papilledema following mild increase in intracranial pressure (nCP) developed 3 weeks following trauma, and subsided within 8 weeks, The importance of routine repeat ophthalmoscopic examinations following spinal injury to detect changes characteristic of ncp is emphasised,
Introduction
Papilledema is not a well known complica tion of spinal trauma, It has, however, been reported following an increase in intracra nial pressure (IICP) in patients with various spinal pathologies, such as schwanomas 1 or astrocytomas2,3 and infections, 4 Presented herein is a patient with spinal injury compli cated by papilledema, The papilledema was diagnosed by routine ophthalmologic exa mination 3 weeks after the injury was sustained, and resolved within 8 weeks, The importance of repeat ophthalmoscopic examinations in patients with spinal trauma is emphasised.
Case report
A 27 year old male was hit by a car while bicycling. When first examined the patient was fully alert and denied any loss of consciousness, although he could not recall the accident. Neurological examination revealed incomplete motor and sensory loss below the L2 segment, mainly on the right, with reduced muscle tone and total absence of bladder and bowel control. No neurological deficit was found above the L2 level and the optic fundi were normal on ophthalmoscopy. Spinal xray study showed frac tures of the T6-T8, D12, L1 and L3 vertebrae.
Computerised tomography (CT) demonstrated multiple fracture lines at various sites of verteb ral bodies and neural arches, with displacement of bony fragments into the spinal canal (Fig 1) . An L1-L3 laminectomy was performed, expos ing cord compression at the L1 level, com pletely severed dura mater at the L2-L3 level, damaged nerve roots and scattered bony frag ments. The cord and roots were decompressed, the severed dura mater was reconstructed and the spine was fused (Fig 2) . The postoperative Three weeks after the injury, when a rehabil itation programme was started, the patient un derwent routine ophthalmoscopic examination which revealed severe papilledema (3-4 diopt ers), more prominent in the left eye. Oedemat ous elevation of the nerve heads, complete obliteration of the discs' cups and oedematous blurring of the margins of the discs were ob served. There was venous engorgement with loss of venous pulsations, capillary congestion of the discs' heads and haemorrhages in the nerve fibre layer around the discs.
The headaches persisted, but no neurological deterioration was noted; cognitive function re mained intact, and visual acuity was not im paired. Brain CT without contrast showed sym metric mild widening of the lateral ventricles including the temporal horns, and of the third Paraplegia 31 (1993) 131-135 ventricle (Fig 3a, b, c) ; the bifrontal cerebro ventricular index (CVI-I described by Hann)5 was 0.35 (Fig 3b) . The fourth ventricle was normal in size. Moderate symmetrical widening of the cerebral sulci was noted at the periphery of the frontal and temporal lobes. The peri mesencephalic cisterns were slightly widened (Fig 3c) . The supraventricular sulci, however, were narrow (Fig 3d) . In addition, there were small areas of ill-defined low densities in the lower and medial part of the frontal lobes (Fig 3c) .
Treatment consisted of dexamethasone (24 mg daily gradually tapered off) and acetazo lamide (750 mg daily). The headaches improved soon after the onset of treatment although the papilledema and the CT findings remained un changed for about 4 weeks. The papilledema began to subside by the fifth week and disap peared completely within 8 weeks (11 weeks from trauma).
Meanwhile, improvement of the neurological status continued and the patient achieved sphincteric control and unassisted walking. Fol low up examinations performed a year later, revealed normal fundi, normal visual acuity and restoration of normal ventricular size on brain CT scans (Fig 4a, b, c) . The CVI-I decreased to 0.30 (Fig 4b) and the temporal horns were rather small (Fig 4c) . The sulci (mainly those seen in supraventricular cuts) increased in com parison with the first CT study (Fig 4d) . be a reasonable hypothesis to explain IICP.
The sympathetic outflow has a role in cerebral blood flow autoregulation and CSF production.l 1 In animal studies, excision of the cervical sympathetic trunk increased CSF production by 30%. 1 2 In the present patient, however, there was no evidence of injury above the T8 level; therefore, this hypothesis is unlikely in our case. It may also be argued that the IICP was attributable to the patient's concomitant head trauma in the same accident. Selhorst et al13 identified low grade papilledema in 3.5% of patients after acute severe head injury (generally within 2 weeks of trauma).
They explained the papilledema either by delayed focal or diffuse cerebral swelling or by impairment of CSF absorption. Some CT findings in our patient (widening of CSF spaces and bifrontal hypodensities) con stituted a possible indication of brain dam age resulting from the traumatic event. 14 . 1 5 However, the head trauma was not severe; it was followed by a very mild brain concus sion and left no clinical signs of brain damage. Hence, its contribution to the induction of papilledema, detected 3 weeks after the trauma, is uncertain. It seems to us plausible that the more significant spinal injury was the main contributor to the IICP and the papilledema.
In conclusion, spinal injury may be fol lowed by IICP and late papilledema. Med ication is probably indicated, and the IICP and papilledema may be benign and tran sient if treated conservatively. Repeat ophthalmoscopic examinations are of clin ical importance and may also reveal the true
